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Table 1. Participant characteristics
Efavirenz Arm Dolutegravir Arms

Characteristics

P-value

Female sex, n (%)
Age, median (IQR)
Married, n (%)
Tertiary or higher
education, n (%)
Employed, n (%)
Baseline CD4, n (%)
<200 cells/ulL
201-350 cells/ulL
351-500 cells/uL
>500 cells/ulL
Baseline viral load, n (%)
<10k copies/ml
10k-100k copies/ml
>100k copies/ml

Pre-treatment drug
resistance, n (%)*

(n=293)
169 (58%)
32 (27-37)
64 (22%)

21 (7%)
178 (61%)
87 (30%)
89 (30%)

62 (21%)
55 (19%)

100 (34%)
124 (42%)
69 (24%)

25 (9%)

(n=587)
362 (62%)
32 (27-37)
114 (19%)

56 (10%)
365 (63%)
187 (32%)
176 (30%)

106 (18%)
118 (20%)

186 (32%)
276 (47%)
124 (21%)

98 (17%)

0.25
0.99

0.41
0.23
0.55

0.69

0.40

0.001



Table 2. Univariable and multivariable regression of predictors of primary outcome

Univariable Models Multivariable Model
OR(95% CI)  P-value AOR (95% Cl) P-value

Female sex 0.85(0.61-1.19) 0.34 0.83(0.55-1.26) 0.38
Age (per year) 1.05 (1.03-1.07) <0.001 1.03 (1.00-1.06) 0.05
Married 1.61(1.03-2.51) 0.04 1.09(0.65-1.83) 0.74
Tertiary education 1.03 (0.58-1.84) 0.92 0.83(0.44-1.60) 0.58
Employed 2.02 (1.46-2.82) <0.001 1.62(1.09-2.42) 0.017
Baseline CD4

<200 cells/uL REF

201-350 cells/ulL 1.20(0.80-1.81) 0.38 1.12(0.72-1.96) 0.50

351-500 cells/ulL 1.21(0.76-1.91) 0.43 0.91(0.51-1.63) 0.76

>500 cells/ulL 1.20(0.76-1.90) 0.43 1.01(0.56-1.84) 0.96
Baseline viral load

<10k copies/ml REF

10k-100k copies/ml 0.56 (0.38-0.84) 0.005 0.50(0.30-0.83) 0.008

>100k copies/ml 0.48 (0.30-0.75) 0.002 0.35(0.19-0.64) 0.001
High adherence 0.34 (0.24-0.47) <0.001 0.34(0.23-0.50) <0.001
Study Arm

EFV REF

DTG 0.71(0.49-1.01) 0.056 0.88 (0.56-1.39) 0.59

Arm*WHO PDR -- 1.82 (0.61-5.42) 0.28
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Figure 1. Prevalence of pre-treatment resistance in ADVANCE study (n=880)
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Figure 2. Primary (A) and Secondary (B) Virologic Outcomes and FDA 48-week (C) and 96-week (D) Snapshot
Virologic Suppression by Treatment Regimen and Presence or Absence of WHO Pre-treatment Drug Resistance
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